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neuronal cells remains relatively constant throughout the lifespan of adults 21 free of neurocognitive diseases, nor completely explained by the incidence of 22 pre-symptomatic AD markers [15] . Therefore, other factors must account 23 for these age-related changes in cortical morphometry. Changes in synapses 24 and spines and cell body shrinking were hypothesized to cause these phe- 25 nomena [16] . Increases in glia and small-body neurons and decreases in large 26 cell-body neurons populations are also observed throughout aging, contribut-27 ing to a near constant cell density with diminishing volumetric occupancy 28 [17, 18] . 29 While the literature often describes strong atrophic trends for cortical 30 thickness, surface area is a more stable morphological measure. In general, 31 after a period of rapid global increase in the early childhood, global surface 32 area remains relatively spared throughout the adult lifespan after the age 33 of 10 to 15 years, with regional variability and a brainwide mild rate of 34 atrophy [19, 20] . The gyrification, on the other hand, constantly decreases 35 during the adult lifespan, while the same rate of loss is not observed in the 36 cortical convex hull area [21] . A mechanistic interpretation of surface area 37 suggests that its expansion during early development allows the disentangling 38 of cortical connections and better differentiation of afferent signals, resulting 39 in cortical specialization [22] . 40 Age-related neuronal loss is not significant in most of the cortex [23] . Cor-41 tical thinning in healthy aging is thus mostly attributed to modifications of 42 dendritic architecture [16] . Since dendrites are involved in inter-neural com-43 munication, it is expected that inter-areal connectivity changes would ac-44 company that phenomenon. Emerging evidences support the notion that the 45 brain uses its cognitive reserves to compensate age-related structural disrup-46 tion [2] . Compensatory mechanisms might explain increased task activation 47 patterns observed in fMRI of older adults [24] . These findings often sup-48 port the Scaffolding Theory of Aging and Cognition (STAC) [3] . The STAC 49 posits that, with advancing age, the brain employs more neural resources to 50 counter functional and structural declines and maintain cognitive functions 51 [3]. Neurocognitive scaffolding encompasses increased functional connectiv-52 ity between resting-state networks, a process of dedifferentiation, whereby 53 different regions, due to aging, work more similarly to perform functions 54 that did not require as many resources as before. 55 Findings on the effects of age on functional connectivity are varied. In-56 creased connectivity between networks and decreased connectivity within 57 networks, and general results otherwise pointing to cortical dedifferentiation 58 or demodularization, have been often noted in brain-wide studies [ 
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The study of the interaction between cortical thinning and brain func-90 tional topology is scarce. Functional networks estimated by glucose con- subject was removed from the study due to faulty structural pre-processing.
157
Structural data from 482 subjects were successfully pre-processed.
158
Functional scans were pre-processed in the MATLAB toolbox CONN In total, resting state data from 483 subjects were successfully prepro-186 cessed. We also ran the same pre-processing pipeline without the removal The correlation between T-statistics associated with the correlations de-282 picted in Figure 4a and the effects shown in Figure 1a was estimated as 0.181, 283 which is statistically different from zero (p = 0.028, C.I 95% [0.020, 0.333]). 
388
Our results support the notion that age-related cortical thickness atro-389 phy and age-related differences in functional connectivity are associated. We 390 showed that at the same time that the brain thickness becomes more homoge-391 neous, with cortical atrophy affecting almost the whole brain, age-related ef-392 fects most often turn regions more functionally dissimilar, albeit these effects tional connectivity stay significant however. This is shown in Figure S2b 
